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Two Cases of Autoimmune Cholangiopathy

Byung Hyun Choe, M.D., Kwang Hyub Han, M.D., Young Woong Whang, M.D.,
Chun Kyon Lee, M.D.,, Young Bum Park, M.D., Soo Kon Lee, M.D,,
Young Myoung Moon, M.D., Yong Nyun Park, M.D.*
and Chan I1 Park, M.D.*

Departments of Internal Medicine and Pathology*,
Yonsei University College of Medicine, Seoul, Korea

We describe two patients showing features of primary biliary cirrhosis but negative anti-
mitochondrial antibody. Botn were females. Serum biochemical study showed increase in alkaline
phosphatase and gamma glutamyl transpeptidase levels. Markers of hepatitis B and C virus were
abseﬂt. In both patients, serum anti-mitochondrial antibodies were not detected on immunofluores-
cence study. Both had high titers of serum antinuclear antibodies. Liver biopsy specimen showed
histological features of primary biliary cirrhosis with marked cellular infiltration of the portal areas
and bile duct damage. Intralobular inflammation and piecemeal necrosis were mild. These patients
were treated with prednisolone or UDCA and then, showed decrease in serum alkaline phospha-
tase level. We thought these patients were compatible with autoimmune cholangiopathy. (Korean
J Gastroenterol 1998;31:846 - 851)
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Fig. 1. Light microscopic finding of Case 1. The portal
tracts were widened due to lymphocytic infiltration,
in whitch hepatic arteries (arrows) were present, but no
bile ducts were seen. The periportal inflammation was
marked with portal to portal bridging necrosis and fibrosis
(arrow heads), (H&E stain, X 100).

Fig. 2. Light microscopic finding of Case 2. Bile duct
lesions showed dense periductal inflammation and ill
defined granulomatous inflammation at the site of ruptured
bile ducts (arrows), (H&E stain, X 100).
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Table 1. Serum Biochemical Parameters

Pts No. Age

Sex ALT (IU/L) Bil. (mg/dL) ALP (IU/L) 7 gioblin (g/dl) IgM (mg/dL)

1 40 F 20 1.3

447 1.85 381

2 46 F 73 0.7

487 120 329
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Fig. 3. (A, B) Serial biochemical events according to medical therapies in

Case 1 (3a) and Case 2 (3b).
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